Pco2 and C.S.F. pH in a direction predicted for such a neurogenic drive-namely, a relatively alkaline C.S.F. pH associated with a reduced Pco,.
The patients with C.S.F. haemorrhage showed a more acid C.S.F. at any given Pco2 when compared with the non-haemorrhagic (Fig. 3 ). This increased acidity is presumably due to the presence of additional lactate and pyruvate consequent on the presence of blood in the subarachnoid space, but this does not apparently lead to any greater hyperventilation than might be caused by the postulated neurogenic drive. The data of Posner et al. (1968) also support the suggestion that a neurogenic drive is important in patients with haemorrhage into the C.S.F. in that the patients exhibiting hyperventilation had a normal rather than an acid C.S.F. pH despite the presence of higher C.S.F. lactate concentrations.
Conclusion
It is suggested that-in most instances of hyperventilation in acute cerebrovascular disease a neurogenic drive is responsible. The presence of blood in the subarachnoid space and the associated rise in C.S.F. lactate may contribute towards the total ventilatory drive when the C.S.F. pH becomes more acid than normal, but even under these circumstances much of the ventilatory drive still appears to originate from a neurogenic source.
Summary
The status of the epileptic applicant for a licence to drive a private motor vehicle has changed from total prohibition through a stage of partial approval subject to medical assessment to the present conditional right to a driving licence. We report a study of a series of patients which shows that many and probably most epileptics have obtained driving licences by concealment of their condition, yet the new regulations continue to expect true declarations. It is suggested that, in common with applicants for a public service vehicle or a heavy goods vehicle driving licence, the applicant for a licence to drive a private motor vehicle should provide a medical report of fitness. The epileptic should be included in a general category of medically restricted drivers subject to individual medical assessment. Introduction Symonds (1948) advocated that epileptics who had been free from attacks for a specified period should be able to state a case for being granted a licence to drive. He based his opinion on the fact that much more had become known about epilepsy, especially from electroencephalography and from new and effective drug therapy. Suppression of seizures had become possible, and the policy of an absolute bar to driving was difficult to sustain because cases differed in aetiology and prognosis.
The acceptance of a more liberal viewpoint was slow, however, Schnitker (1963) recorded that in some parts of the United States an epileptic could get a licence to drive provided a physician stated that he would never have an epileptiform seizure. In Great Britain the view of Hierons (1956) , that the liability to seizures was very small in a patient who had been free from them for three years while on medication and for another two years after discontinuing medication, met with a wide measure of medical approval. In 1964 a London stipendiary magistrate ruled that because a driver was being treated with anticonvulsant drugs it did not mean he was suffering from epilepsy. It was the difficulty of defining both legally and medically the meaning of "suffering" which prompted the Ministry of Transport to state in a memorandum in 1961: "In any case of doubt as to whether an applicant for a driving licence, or the holder of a driving licence, is debarred from holding a licence by reason that he is suffering from epilepsy, the licensing authority will, no doubt, consult the local county or county borough medical officer of health with a view to obtaining any specialized medical advice necessary in the circumstances." Thus provision was made for specialist opinion on whether an applicant for a licence was still suffering from epilepsy and on his liability to future seizures, and if the licensing authority refused to grant a licence, the applicant could appeal to a magistrates' court.
Licensing authorities varied in their interpretation of the regulations. Some adhered strictly to the ruling that an epileptic should never drive, and others were more liberal and applied Hierons's recommendations. Since 1962 the procedure of the West Riding licensing authority has been to refer applicants who state they suffer from epilepsy to the county medical officer for investigation. Applicants sign a consent form permitting inquiry about their health to be made of the family doctor or a hospital consultant and also agreeing to a medical examination by the county medical officer or an independent specialist nominated by him. Most of the specialist opinions have been obtained from the department of electrophysiology at Pinderfields General Hospital, and the object in each case has been to find out whether epilepsy exists and the liability to further seizures.
The Motor Vehicles (Driving Licences) Regulations of 1970 state that an applicant for a licence who suffers from epilepsy "shall satisfy the conditions that (a) he shall have been free from any epileptic attack while awake for at least three years from the date when the licence is to have effect, (b) in the case of an applicant who has had such attacks while asleep during that period he shall have been subject to such attacks since before the beginning of that period, (c) the driving of a vehicle by him in pursuance of a licence is not likely to be a source of danger to the general public." Thus the epileptic has now a conditional right to drive. Of these conditions, however, (a) continues to place the responsibility for disclosure of epilepsy on the applicant, (b) gives special exemption to nocturnal epilepsy, and (c) is probably unlikely to be evoked without proof.
Many opinions have been published in Great Britain on epilepsy and driving. Elliott (1963) stated clearly the viewpoint of the county medical officer. Symonds (1948) discussed two cases and Webb (1955) recorded five cases. Kerr (1953) found that 7 out of 200 applicants to be bus drivers were epileptic. Pond and Bidwell (1960) (380,) and to 48 out of 321 females (15%h). These 855 patients were subdivided as follows to show the history with which they presented and the electroencephalographic findings (see Table) between the statement of the family doctor and the applicant; no report had been received-from the family doctor in a third case; and in a fourth the family doctor stated that, though there had been no fits for over three years, the applicant was on such heavy sedation he might be danger to the public. A suspicion existed that two applicants who claimed nocturnal epilepsy had fits also during the day. Two cases of traumatic epilepsy suffered also from other neurological abnormalities. Fourteen applicants disclosed that they suffered from epilepsy in applying for renewal of existing licences, but stated that they had been free from attacks for more than three years.
NOCGTTRNATAL EPILEPSY
The incidence of nocturnal epilepsy in the three groups was as follows: 6 (2-4V (Anast, 1969) . Clinically, the manifestations of hypomagnesaemia are indistinguishable from hypocalcaemia, and the two conditions may coexist in hypocalcaemic tetany of the newborn. Primary hypomagnesaemia with secondary hypocalcaemia has been described, the evidence suggesting isolated malabsorption of magnesium from the gastrointestinal tract (Friedman et al., 1967) . Whether tetany ever occurs in magnesium-deficient babies with normal serum calcium levels is a controversial point (Gellis, 1970 
Method
Babies who presented with twitching in the first two weeks of life associated with a serum calcium level of 7 mg/100 ml or below were studied. A history, with particular attention to the pregnancy, mode of delivery, condition immediately after birth, and behaviour before the development of symptoms, was obtained in retrospect. During the initial examination, in addition to a careful neurological evaluation, attention was given to the presence of pitting oedema of the feet. This physical sign was elicited by moderate pressure of the examiner's thumb on the dorsum of the babies' feet for not longer than five seconds.
After an initial feed of 50' dextrose all the babies were fed on full cream National dried milk in full strength, in amounts varying from 90-160 ml/kg/24 hours on the second day to 140-160 ml/kg/24 hours on the sixth day and throughout therapy. The milk feeds began 10 to 18 hours after birth in all cases. Most of the babies were weighed at intervals of 48 hours, but some, including all those who were oedematous, were weighed at intervals of 24 hours.
Venous blood was taken at the onset of twitching and at 24 and 48 hours after the beginning of therapy. A further specimen of venous blood was taken from the babies with oedema after it had subsided. The chemical analyses were performed by automated procedures, serum calcium by flame photometry (AutoAnalyzer N21a), serum magnesium by atomic absorption spectroscopy, serum total protein by Technicon method file N14b, serum total globulins by turbimetry (Glenn, 1965) , and serum albumin was calculated by difference from the last two methods. A Dextrostix determination was performed on all babies initially, capillary blood being used. A blood urea
